ABSTRACT
, and the adeno-associated virus p5 promoters (9). Each mr seems to belong to its own family, although exactly how a transcriptionally competent complex assembles on each is not well understood.
The mechanism by which specific transcription is accomplished by TATA-less promoters is the subject of this review.
The first step during formation of a transcription-competent complex on a TATA-containing promoter is the association of TBP (or TFIID) with the TATA motif (10, 11). Binding of TBP provides a site of nucleation through which RNAP II and the rest of the GTFs can sequentially associate to form a transcriptionally competent complex (see Fig. 1 ) (1, 10, 11 TFmm-mmay mediate a complex formation pathway on the MLP alternative to that shown in Fig. 1 , as it has been suggested that TFII-I is required for transcription from the MLP in the absence of TFIIA (20) . This observation is puzzling because human TBP was used as the source of TFIID in these experiments, and it has been shown using highly purified factors that TFIIA is not required for basal transcription when TBP is used (23 Our understanding of the mechanism of initiation on TATA-less promoters is limited. It is clear that in these, as well as in TATA-containing promoters, the Inr plays a dominant role in vivo. Also, TFIID is an integral component of the transcription machinery from almost all TATA-less promoters studied. Although the binding of TFIID to the TATA motif provides a nucleation site for transcription complex formation on TATA-containing promoters, this is not the case for TATA-less promoters.
In TATA-less promoters, the Inr element plays an essential role in complex formation. 
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